No clear explanation was offered as to the pathophysiology of the facial nerve involvement in intracranial hypertension, although it was felt that this dysfunction represented a non-specific pressure related phenomenon. In our patient, it is conceivable that the displacement of intracranial nervous structures related to the ArnoldChiari type I malformation played a role in the mechanism of this peculiar eyelid phenomenon, by allowing the seventh cranial nerve to be affected by elevation in intracranial pressure. Case reports Case (Fig 1) was a healthy 56-year-old man with a history of night blindness from early childhood. At 29 years of age visual acuities were 0-25 in the right eye and hand movements in the left eye. Slit-lamp examination of the left eye revealed keratic precipitates, iris atrophy with a darker coloured iris than in the right eye (inversed heterochromia), and a dense cataract. Posterior synechiae were absent. The anterior segment of the right eye was unremarkable. On funduscopy he had pale optic discs, attenuated vessels, and peripheral bone corpuscle-shaped pigmentations in both eyes. The right visual field was constricted to 30 degrees central vision. There were no symptoms of redness, pain, or photophobia. Case II-3 fulfilled all criteria of unilateral FHU and bilateral RP. After this initial examination an intracapsular lens extrac- 
